CORONARY TTRART* nTSRASE 


A. Although subject to intensive scientific study for many years, 
the cause(s) of coronary heart disease (CHD) are not known. 

B. Claims that cigarette smoking is a major cause of diseases of 
the heart are based primarily on epidemiological (population) 
or statistical reports, which alone cannot establish cause- 
and-effeet. 1 

1. Cigarette smoking is regarded as a "risk factor" for CHD 
because smokers are reported to have a statistically 
increased risk of a disease. However, risk factors do not 
necessarily imply cause-and-effeet. 

a. Statistical associations cannot provide information 
on biological processes. 

2. Many of the studies reporting a statistical association 
between smoking and CHD demonstrate inconsistencies and 
anomalies. 

a. Some studies do not even report a statistical 
relationship between smoking and CHD. 

(1) Studies of women in particular raise questions 
about a statistical association between smoking 
and CHD. The Framingham Heart Study in the 
United States (perhaps the largest and most 
well-known prospective epidemiological study of 
coronary heart disease risk factors) reported 
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that, at least for CHD mortality in women, no 
significant relationship can be shown. 2 
b. CHD rates over time do not correspond closely with 
trends in cigarette smoking. 

(1) In recent decades, CHD rates have reportedly 
increased in some countries and decreased in 
others; such changes cannot be explained by 
changes in smoking. 2 

C. The effect of cessation is unclear. 

1. Risk factor intervention trials have failed to establish 
that lowering risk factor levels reduces CHD mortality 
risk. 

a. The United States' Multiple Risk Factor Intervention 
Trial (MRFIT), designed to examine whether reductions 
in cigarette smoking, high blood pressure, and 
elevated serum cholesterol would reduce the risk of 
CHD mortality, failed to demonstrate that reducing 
these risk factors significantly reduces the risk 
of dying from coronary heart disease. 4 

D. Constituents as found in cigarette smoke have not been 
scientifically proven to cause coronary heart disease. 

1. Research studies with rabbits originally cited to support 
claims that the carbon monoxide (CO) in cigarette smoke 


- 2 - 

Source: https://www.industrydocuments.ucsf.edu/docs/mnwkOOOO 


2501233098 




may be involved in the development of CHD were unable to 
demonstrate a toxic effect of CO when the studies were 
duplicated. 5 

2. The 1983 United States Surgeon General’s Report (the 
only such report to focus exclusively on cardiovascular 
disease) conceded that the evidence for a primary role 
for nicotine in the development or acceleration of 
atherosclerosis "is not conclusive" and that a mechanism 
whereby nicotine can trigger a cardiovascular event is 
"unknown. 1,6 

3. An independent scientific committee in a report to the 
government of the United Kingdom conceded that nicotine, 
at levels found in cigarette smoke, "has not been shown 
to harm" the cardiovascular system of healthy people and 
that the literature regarding carbon monoxide and heart 
disease has "not clearly established" that it is a causal 
factor. 7 

' E. Smoking is only one of literally hundreds of factors that 

have been reported to be statistically related to CHD. 

1. Nearly 300 factors have been reported to be related to 
CHD; the literature on risk factors continues to grow. 8 

2. Among the well-known risk factors for CHD, in addition 
to cigarette smoking, are high blood pressure, elevated 
blood cholesterol levels, gender (males are more likely 
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to develop CHD than females), genetics, obesity, physical 
inactivity, diet, and stress. 

a. Genetics or heredity is one of the most widely 
discussed CHD risk factors. It has been speculated 
that this factor may explain why CHD rates tend to 
be higher in certain families, geographic areas, 
and ethnic groups. 9 

3. Individuals with a certain type of personality (''type A" 
behavior pattern) are considered to be prime candidates 
for developing CHD. These persons tend to be hard- 
driving, time-conscience, constantly busy, often impatient 
and emotionally tense. 10 

a. More recently, specific personality and stress- 
related characteristics that might be part of a broad 
personality type such as "type A" (for example, 
"hostility," "time urgency," and "severe anxiety") 
have been reported to be associated with CHD. 11 

F. Many questions remain unanswered about what role, if any, 
smoking may have in the development of CHD. Claims focusing 
on a single factor, such as smoking, should be regarded with 
considerable skepticism. 
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